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Elimination of Rubella 
and Congenital Rubella Syndrome — United States 


The administration of more than 123 million doses of rubella vaccine since 1969, the year 
of licensure, has successfully prevented epidemics of rubella and congenital rubella syndrome 
(CRS) from occurring in the United States (7,2). Reported cases of rubella and CRS are at all- 
time lows. The provisional 1984 totals for rubella cases and confirmed and compatible cases 
of CRS are 745 and two, respectively. Compared to prevaccine years, the number of reported 
rubella cases has decreased 98.7% overall, with 90% or higher declines recorded for all age 
groups (3-5). Similarly, the number of reported confirmed and compatible CRS cases has de- 
clined by 97.1% since 1970, the year the highest number of such cases was reported (4). A!- 
though there is believed to be underreporting of both rubella and CRS, these figures represent 
considerable progress. 

Rubella vaccination has had a dramatic effect on the occurrence of rubella and CRS. None- 
theless, CRS cases continue to be reported at a low endemic level because the current 
10%-20% susceptibility rate to rubella in the childbearing-aged population (6-8) has changed 
little from that noted in prevaccine years (9). The initial vaccination strategy adopted by the 
United States was aimed at controlling rubella in preschool-aged and young school-aged 
children, the known reservoirs for rubella transmission (9). The intent was to prevent expo- 
sure of susceptible pregnant women to rubella virus (70). Accordingly, the primary target 
group for vaccination was children of both sexes. Secondary emphasis was placed on vac- 
cinating susceptible adolescents and young adults, especially women. While more than 95% 
of school enterers now provide evidence of immunization against rubella, comparable levels 
of rubella immunization have not been achieved in the postpubertal population. As a result, 
there is continuing endemic rubella activity among adolescents and young adults (3,77). 

As the highly immune cohorts of young children enter the childbearing age, CRS can be ex- 
pected to disappear from this country. However, since this process will take 10-30 years, 
potentially preventable cases of CRS will occur (2). It is estimated that each case incurs an 
average lifetime cost of over $200,000 (72). Furthermore, unnecessary instances of miscar- 
riages, stillbirths, and induced abortions resulting from congenital infection will continue to 
occur. 

Recent focus on the continued occurrence of rubella in childbearing-aged populations has 
led to increased efforts to effectively vaccinate this population and thus hasten the elimination 
of CRS (3-5,717). The number of doses of rubella vaccine administered in the public sector to 
postpubertal individuals doubled between 1978 ard 1981 (3). The trend of increasing vacci- 
nation of this population is. continuing. This has been accomplished in part by vaccinating sus- 
ceptible students attending junior and senior high schools, clients of family planning clinics, 
hospital personnel, college and university students, women following premarital screening, 
and women immediately postpartum. 
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There still are, however, gaps in attempts to hasten CRS elimination. A number of states 
do not require proof of rubella immunity for postpubertal female elementary and secondary 
school students. The same is true of many colleges, universities, and health-profession institu- 
tions. When women are seen by internists or obstetricians/gynecologists, rubella immune 
status is not commonly considered. When women are screened for rubella immunity either 
premaritally or prenatally or in family planning clinics, only a low proportion of susceptibles so 
identified are subsequently vaccinated. 

An initiative to hasten elimination of rubella has recently begun. As with measles elimina- 
tion, efforts to eliminate CRS are aimed at (1) achieving and maintaining high immunization 
levels, (2) intensified surveillance of rubella and CRS, and (3) prompt outbreak control (2,77). 
Specific activities will focus on further increases in the delivery of rubella vaccine to women 
of childbearing age and enhancement of the lay and medical communities’ awareness of the 
current rubella and CRS situation. 

Vaccination of a nonschool-based population poses many logistical problems. A multi- 
faceted approach that involves both the public and private sectors will be needed (2, 73). Fur- 
thermore, information that may help identify select groups at increased risk of not being vac- 
cinated will have to be sought to help focus vaccination efforts. However, considering the 
economic impact of CRS and the other outcomes of rubella infection during pregnancy, any 
effort that can hasten the elimination of CRS should be undertaken. 

Reported by Div of Immunization, Center for Prevention Svcs, CDC. 
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Preventing Lead Poisoning in Young Children — United States 


CDC has issued a new statement on preventing lead poisoning in young children (7). This 
statement replaces the 1978 statement (2), which defined levels for elevated blood lead, 
undue lead absorption, lead toxicity, and lead poisoning. The 1985 statement is intended to 
serve as a guideline for lead-poisoning prevention programs in the United States. 

Since 1978, investigators have reported adverse effects from low-level lead exposure on 
children’s behavior and intelligence (3), hemoglobin formation in red blood cells (4), and 
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metabolism of vitamin D (5). These studies demonstrate that little or no margin of safety is 
associated with a level of 30 micrograms of lead per deciliter (ug/dl) of whole blood—the 
lowest level defined as elevated in CDC’s 1978 statement. 

To be successful, a screening program designed to prevent childhood lead poisoning re- 
quires, not only an acceptable and cost-effective screening procedure, but also medical 
follow-up and means of preventing the child from future exposure to lead (6). The ery- 
throcyte protoporphyrin (EP) test is recommended as the screening test for lead toxicity be- 
cause it can be easily performed on a drop of blood obtained from a finger prick and placed in 
a portable fluorometer. Since EP levels increase in both lead poisoning and iron deficiency, 
follow-up testing for elevated blood lead and/or iron deficiency must be done. 

Some major changes in the 1985 statement compared with the 1978 statement are: 

. An elevated blood lead level, which reflects excessive absorption of lead, is defined as a 
concentration of lead in whole blood of 25 g/dl or greater (formerly 30 g/dl or greater). 
Lead toxicity is defined as an elevated blood lead level with an EP level in whole blood of 
35 yug/dl or greater (formerly 50 g/dl or greater). 

. Lead is most harmful to children between the ages of 9 months and 6 years. Ideally, all 
children should be screened. As more children are screened for iron deficiency by EP test- 
ing, simultaneous lead screening of these same groups becomes feasible. 

. For EP levels greater than 35 yg/di, EP values obtained with hematofluorometers are 
generally lower than EP values obtained by the extraction method. Therefore, separate cut- 
off levels are used for classifying the urgency of medical follow-up. 

. Greater reliance is placed on the calcium disodium EDTA mobilization (“Provocative Chela- 
tion”) test in determining whether a full course of chelation therapy is indicated for children 
with blood lead levels in the 25-55 yg/di range. 

The revised lead statement, Preventing Lead Poisoning In Young Children: A Statement by 
the Centers for Disease Control: January 1985, will be available on request after March 1, 
1985, from: Publication Activities, Center for Environmental Health, Centers for Disease Con- 
trol, Atlanta, Georgia 30333; (404) 452-4102. 

Reported by Special Studies Br, Chronic Diseases Div, Center for Environmental Health, CDC. 

Editorial Note: The second National Health and Nutrition Examination Survey (NHANES Il, 
1976-1980) found that children from all geographic and socioeconomic groups are at risk of 
lead poisoning (7). An estimated 3.9% (or nearly one of 25) of the children in the United 
States under 5 years of age had blood lead levels of 30 yg/di or greater—levels possibly 
causing adverse physiologic and neurobehavioral effects. Between 1976 and 1980, the over- 
all mean blood lead levels dropped from 14.6 g/dl to 9.2 uwg/dl, and this corresponded with 
a decline in the sales of leaded gasoline during this period (8). 

Lead-based paint continues to be the major source of high-dose lead exposure and asymp- 
tomatic lead poisoning for children in the United States. Since 1977, paint produced for 
household use must, by regulation, contain no more than 0.06% (600 parts per million [ppm]) 
lead by dry weight, but some paints manufactured in the 1940s for indoor use contained 
more than 50% (500,000 ppm) lead. An estimated 27,000,000 households in this country 
remain contaminated by lead paint (9). 

Typically, symptomatic lead poisoning occurs among children under 6 years old living in 
deteriorated, pre-World War Il housing. Repeated ingestion of nonfood substances nas been 
shown to be associated with lead poisoning in young children (70), but it is not a prerequisite 
for lead poisoning (77), since children’s normal mouthing behavior alone is sufficient to 
cause those living in contaminated homes to have high lead exposure. Lead poisoning has 
been reported in children whose parents moved to a city as “urban homesteaders” ; the chil- 
dren were exposed to chips, dust, or fumes from lead-based paint when the old houses were 
remodeled or renovated (70). 
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Other potential sources of lead exposure include the use of imported lead-glazed pottery 
for cooking (72) or storing food and hobbies and activities involving lead, such as working 
with stained glass or casting lead objects. 

The highest priority for screening should be given to 12- to 36-month-old children who 
live in or frequently visit older, dilapidated housing, who live near lead smelters or other indus- 
trial sources of lead, or whose parents work with materials containing lead. 

Screening all children for lead toxicity —including those not suspected of having been ex- 
posed to lead—is feasible, since the EP test can also be used as the screening for iron defi- 
ciency. Recently, in a nutritional assistance program, the EP test was used to screen children 
for iron deficiency (73), and some Hmong refugee children were found to have lead toxicity 
The source was traced to a Hmong folk remedy used for treating infants and children with 
fevers 
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TABLE |. Summary—cases of specified notifiable diseases, United States 





5th Week Ending Cumulative. 5th Week Ending 


Disease Feb. 4 Median Feb 2 Feb 4 Median 
1984 1980-1984 1985 1984 1980-1984 











Acquired immunodeticiency Syndrome (AIDS) 68 509 348 N 
Aseptic meningitis 88 311 464 433 
Encephaitrs Primary (arthropod-borne 
& unspec ) 21 60 78 
Post-infectious 5 5 7 
Gonorrhea = Civilian 15,247 74.295 
Military 409 1414 2.572 
Hepatitrs Type A 402 1.707 
Type B 516 1.978 
Non A. Non B 71 N 316 
Unspecified 71 
Legronetios:s 
Leprosy 
Malaria 
Measies Total® 
indigenous 
imported 
Meningococcal infections Total 
Civihan 
Military 
Mumps 
Pertussis 
Rubella (German measies) 
Syphuts (Promary & Secondary) Civihan 
Military 
Toxurc Shock syndrome 
Tuberculosis 
Tularerma 
Typhoid fever 
Typhus fever. tick-borne (RMSF) 
Rabies, arwmal 








TABLE Il. Notifiable diseases of low frequency, United States 





Cum 1985 Cum 1985 
Anthrax - Plague 
Botulism Foodborne - Poliomyelitis Total 

intant Paralytic 

Other Psittacosis (W.Va. 6, Ariz. 1, Calif. 2) 
Brucellosis (Upstate N.Y. 2, Mich. 1, Calif. 1) Rabies. human 
Cholera Tetanus (W.Va. 1) 
Congenital rubella syndrome - Trichinosis 
Diphthena - Typhus fever, flea-borne (eademic, murine) 
Leptospiwosis 5 

















"Five of the 11 reported cases for this week were imported from a foreign country or can be directly traceable to a known internationally im- 
ported case within two generations 
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TABLE Ill. Cases of specified notifiable diseases, United States, weeks ending 
February 2, 1985 and February 4, 1984 (5th Week) 
Aseptic Encephahtis 


Menin- Post.in- 
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fectious NA.ND fred 


Cum Cum Cum | 








Reporting Area 
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1985 1985 1985 1985 


UNITED STATES 55 60 5 74,295 74 91 10 
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TABLE lil. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
February 2, 1985 and February 4, 1984 (5th Week) 


Measles (Rubeola) Menin- 
Malana gococcal Mumps Pertussis Rubella 
indigenous imported * Total | infections 


Cum Cum Cum | Cum Cum Cum Cum Cum 1 Cum Cum 
1985 1908 | Coes 1908 | Coes 1984] 1985 190s | Soe rss] Sous | Sons 985] i985] 1984 


UNITED STATES 49 1 3 10 20 143 224 46 199 17 84 117 2 16 35 
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TABLE Ill. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
February 2, 1985 and February 4, 1984 (5th Week) 
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TABLE IV. Death in 121 U.S. cities,“ week ending 
February 2, 1985 (Sth Week) 





All Causes, By Age (Years) 
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All Causes, By Age (Years) 
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Fall River Mass 
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* Mortality data in this table are voluntarily reported from 121 cities in the United States. most of which have populations of 100.000 or 
more A death is reported by the place of its occurrence and by the week that the death certificate was filed Fetal deaths are not 


included 
** Pneurnomea and influenza 


+ Because of changes in reporting methods in these 4 Pennsyivama cities, these numbers are partial counts for the current week Com- 
plete counts will be available in 4 to 6 weeks 
tt Total includes unknown ages 


& Data not available Figures are estimates based on average of past 4 weeks 
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Epidemiologic Notes and Reports 





Hepatitis B among Dental Patients — Indiana 


Between April 1, and December 30, 1984, nine cases of clinical hepatitis B (HB) occurred 
in a rural Indiana county (population: 35,000); this was nine times the normal yearly HB inci- 
dence for the past decade. Two of the cases resulted in fatal fulminant hepatitis; an additional 
case was complicated by polyarteritis nodosa, mononeuritis multiplex, and paralysis. All cases 
except one had been treated by a dentist in the county. 

In mid-September, the dentist, who had practiced general family dentistry in the county 
for 20 years and saw between 100 and 150 patients per week, noted that all three of the 
cases to date had been his patients. Because of his possible involvement, he was tested for 
hepatitis B surface antigen (HBsAg) and found to be positive. He then voluntarily suspended 
his practice and notified health authorities. Initial investigation by the Indiana State Board of 
Health and CDC revealed that seven patients who had developed clinical HB between April 1 
and October 1 were among the dentist's patients. All were positive for HBsAg, subtype ad, 
and all of six available sera were positive for the IgM fraction of hepatitis B core antibody (anti- 
HBc IgM), indicating probable recent infection. Although the dentist had no known history of 
HB infection, his serum was positive for HBsAg, subtype ad, and hepatitis e antigen (HBeAg) 
but negative for anti-HBc IgM. 

The dentist did not routinely wear gloves when treating patients but denied lacerations or 
dermatitis on the hands. He gave no history of hepatitis and had no knowledge of HB carriers 
in his practice. Other than practicing dentistry, he denied all risk factors for HB. He was not a 
blood donor and had never been tested serologically for hepatitis. On April 25, and May 30, 
1984, he had received his first two doses of HB vaccine. 

Further investigation of the outbreak by CDC in late October concentrated on case-finding 
and interviews of the dentist, his assistants, and the known HB patients and their families. Ap- 
propriate blood specimens were also taken. A comparison of the dentist's 1984 patient list 
with reported HB cases in Indiana uncovered no new cases. However, a review of county resi- 
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dents rejected for blood donation because of HBsAg-positivity found one patient, who, 
asymptomatic at the time, had been treated by the dentist several times between May and 
July and was rejected for blood donation in August. Since she had donated blood in March, 
her HB infection was considered outbreak-related. Clinical disease, however, did not develop 
until November 13, nearly 3 months after she became antigen-positive. 

The spouse of one HB patient was found to be HBsAg positive, serotype ad, HBeAg posi- 
tive, and anti-HBc IgM negative. He had not been treated by the dentist within the last 2 years 
but had other risk factors for HB. No other patient's family member had positive HB markers. 
The patients had no histories of risk factors for HB except traumatic dental work (procedures 
that produced bleeding) by the dentist 3-5 months before onset of symptoms. None of the 
HB patients were taking hepatotoxic drugs. Antibody and antigen tests for delta virus were 
negative on the dentist and all seven of the HB patients tested. 

in mid-December, a large seroprevalence study was carried out on the dentist's patients in 
an attempt to determine the degree of subclinical transmission; results of this study are pend- 
ing. The dentist has not resumed his practice. 

Reported by RH Hamm, MD, RB Peare, MD, WL Painter, KC Aliman, M Hamilton, K Cutting, CL Barrett, 


MD, State Epidemiologist, indiana State Board of Health; Hepatitis Br, Div of Viral Diseases, Center for in- 
fectious Diseases, CDC. 


Editorial Note: HB is a significant health risk for dental professionals (7,2) but is only rarely 
associated with transmission from dentist to patient. Seven HB outbreaks traced to dentists 
or oral surgeons have been reported. In each instance, the dental professional was a chronic 
carrier of HB virus and was HBeAg positive, indicating high titers of HB virus in blood. None 
used gloves when treating patients. Transmission of HB virus was thought to occur by transfer 
of infective serum from the dentist's hands into the patient’s mouth through small abrasions, 
lacerations, or dermatitis. When subclinical transmission was studied, the overall rate of infec- 
tion ranged from 1.5 infections per 100 patients screened to 11.1/100. The risk of transmis- 
sion correlated with the amount of trauma involved in the dental procedure. For those dentists 
who remained carriers and returned to work, wearing gloves was usually successful in pre- 
venting further transmission (3). 

The present outbreak illustrates again that HBsAg-positive dentists can unknowingly trans- 
mit infection to patients. Available epidemiologic and serologic data suggest that the Indiana 
dentist was infected before January 1984, too early to be affected by HB vaccine started in 
April, and that he probably obtained his infection while treating an HB-carrier patient. The den- 
tist and the HB patients had matching antigenic subtypes. However, since ad subtype is ex- 
tremely common in the United States, this does not prove that the dentist was the source of 
the outbreak as convincingly as the time/place clustering in his practice and the lack of other 
risk factors among the HB patients. 

The 22% case-fatality rate in this outbreak is much higher than the usual rate of 1% of hos- 
pitalized HB patients. Furthermore, one patient suffered severe polyarteritis nodosa, a compli- 
cation seen in no more than 1 of 500 cases. Neither coinfection with delta virus nor the use of 
hepatotoxic drugs explain the unusual amount of severe disease in this outbreak. CDC is con- 
tinuing to investigate the possibility that a non-B hepatitis virus could be a cofactor in the 
outbreak. 

This is the first reported outbreak of HB traceable to a dentist that has involved deaths. It il- 
lustrates an uncommon but serious consequence of HB infection in the dental profession. Out- 
breaks of this type should reinforce efforts to deliver HB vaccine to dental professionals early 
in their careers. 
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Update: influenza Activity — United States 


Ten states reported widespread outbreaks of influenza-like illness, and 16 states reported 
regional outbreaks for the week ending February 2, 1985 (Figure 1). This was an increase in 
the number of states reporting widespread outbreaks from one state for the week ending 
January 19 and seven for the week ending January 26 (7). 

The most recent states to report their first isolates of influenza type A(H3N2) virus for the 
season were Nebraska and Rhode Island. States reporting type A(H3N2) this season are Ala- 
bama, Alaska, Arizona, Arkansas, California, Colorado, Connecticut, Florida, Georgia, Hawaii, 
lilinois, lowa, Kentucky, Louisiana, Maryland, Massachusetts, Michigan, Minnesota, Mississip- 
pi, Missouri, Montana, Nebraska, Nevada, New Hampshire, New Jersey, New Mexico, New 
York, Ohio, Oklahoma, Oregon, Pennsylvania, Rhode Island, South Carolina, Tennessee, 
Texas, Utah, Washington, West Virginia, and Wisconsin. 

During the last week of January, isolates of influenza type B virus from sporadic cases 
were reported for the first time this season from New York and South Dakota. Four other 
states (Hawaii, New Jersey, Ohio, and Texas) have reported type B viruses this season. 


FIGURE 1. Influenza morbidity reported by state — United States, week ending 
February 2, 1985 
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Reported by V Pallidino, MD, S Litson, PhD, K Szabo, MD, Nassau County Medical Center, Long /siland, 
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lance and Epidemiologic Studies, Epidemiology Program Office, Influenza Br, Div of Viral Diseases, Center 
for infectious Diseases, CDC. 
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Notice to Readers 





Ansamycin LM427 


Since October 1983, CDC’s Division of Tuberculosis Control, Center for Prevention Serv- 
ices, has supplied the experimental drug, ansamycin LM427, under a “compassionate” inves- 
tigational new drug permit to physicians treating patients with serious mycobacterial disease 
unresponsive to conventional therapy. Beginning Monday, February 18, 1985, physicians 
requesting the drug for new patients should contact the CDC Drug Service at (404) 
329-3670 during normal working hours. Ansamycin LM427 is not released at night or during 
weekends. The Division of Tuberculosis Control ([404] 329-2530) will continue to provide 
medical consultation on the treatment of mycobacterial diseases. 
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